Introduction
, our group recently showed in mice that physical traumatization negatively affects 62 cell-to-cell integrity of cardiomyocytes: In rodent models of both blunt chest trauma (Kalbitz et al., 63 2017a) and multiple trauma (Braun et al., 2017) , Cx43 localization and, therefore, gap junction 64 architecture in the heart was found to be altered. Despite these observations following physical trauma, 65 little efforts have been undertaken so far to understand whether psychosocial traumatization, a risk factor 3 66 for both PTSD (Vasterling et al., 2010) and CVD (Vaccarino and Bremner, 2017) , also compromises cell-67 to-cell integrity of cardiomyocytes and whether this is associated with compromised heart function. This 68 hypothesis is supported by animal data showing decreased ventricular Cx43 protein expression in prairie 69 voles following prolonged social isolation (Grippo et al., 2015) . 70 The objective of this study is to investigate whether i) psychosocial trauma impacts cell-to-cell integrity 71 and function of cardiomyocytes, ii) similar changes can be induced in murine and human cardiomyocyte 72 cell lines during in vitro culturing in the presence of cytokines typically induced by psychosocial trauma, 73 iii) stress-induced cardiac in vivo changes depend on the subsequent sensory contact modality to the 74 stressor, and iv) heart and brain are differently affected by the sensory contact modality. factor, two independent samples), one-way ANOVA (one factor, two or more independent 338 samples), linear mixed models (LMM; two factors, two or more dependent samples). All tests 339 comparing more than two samples were followed, when a significant main effect was found, by 340 post-hoc analysis using Bonferroni pairwise comparison. Non-normally distributed data sets 341 were analysed using non-parametric statistics, i.e. Mann-Whitney-U-test (one factor, two 342 independent samples), Kruskal Wallis test (one factor, two or more independent samples).
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Normally distributed data are presented as bars (mean + SEM) with corresponding dot plots. (Fig. 2d, g ). Fig. 2b ; also see Fig. 2f, g ) is in accordance with what we expected for healthy mice. CSCnovis group exhibited differences in the protein levels of Cx43 on day 50 (P=0.028) 409 whereas left ventricles of CSCvis and CSCnocon mice did not differ in this gap junction protein 410 from SHC mice (Fig. 3a, b) . However, as we analyzed whole protein lysates, we were not able to 411 make a statement regarding the localization of this increased levels of Cx43. The quantification 412 of -actinin (Fig. 3c, d ) and desmin (Fig. 3e, f) protein as well as assessment of multiple 413 physiological parameters (Fig. 3g-i ) and plasma cytokine concentrations (Fig. 3j-o P≤0.001) conditions, although the extent of the effect and its direction were different for each 425 cytokine in human and murine cardiomyocytes. In detail, Cx43 mRNA (Fig. 4a) (Fig. 5a-c Together, these findings support the conclusion that structural changes in the myocardium are at 
